was alert but appeared anxious. It was euthanized because of increasing severity of the clinical signs.
No significant gross lesions were found at necropsy. Qualitative fecal analysis revealed no parasitic ova or oocysts. Beta-hemolytic streptococcus was isolated from bacteriologic culture of the brain and was felt to be secondary to larval migration. No growth of pathogenic bacteria was obtained from cultures of liver, lung, or intestine. Fluorescent antibody examination of the brain did not show antigens of canine distemper virus.
Histopathologically, lesions were limited to the brain and spinal cord, which had extensive multifocal granulomatous and eosinophilic encephalomyelitis. The inflammatory reaction was most severe in the deep white matter of the cerebrum but was also present in the cerebellum, brain stem, and spinal cord. There was severe perivascular cuffing of macrophages, lymphocytes, plasma cells, and variable numbers of eosinophils ( Fig. 1 ). There was extensive necrosis and diffuse gliosis associated with multifocal inflammatory nodules. Nodules had a central core, containing proteinaceous debris, degenerated neutrophils, and eosinophils surrounded by an intense rim of mononuclear cells. Numerous sections of nematode larvae were located not only in areas of inflammation, but also in areas of the brain unaffected with a cellular response. Larvae were 50 to 70 pm in diameter, had prominent lateral alae, and contained paired excretory columns lateral to a central digestive canal (Figs. 2, 3 ). Morphologic features were consistent with those reported for Baylisascaris s~.~,~,~,~,~ Infection with Baylisascaris sp. occurs by ingestion of contaminated soil or plant material. Eggs are resistant and can survive for several years in the en~ironment.~ Infections have also been reported after exposure to contaminated cages,9 straw,' ~o o d ,~,~ and ~egetation.~ The puppy in this case was likely infected by direct contact with soil or fecal debris containing embryonated eggs. The owner reported keeping a caged raccoon which had been shedding large numbers of roundworms in its feces. Since several weeks of age, the puppy had been exposed to the raccoon and the surrounding environment.
In the intended hosts, Baylisascaris larvae undergo a direct life cycle.4 In aberrant hosts resistant to infection, the larvae undergo migration limited to the intestine and liver.6 In aber- It is an opportunist and one of a number of mycotic agents that cause mycetoma, a chronic localized granulomatous disease of humans and animals; usually confined to the extremities, it is characterized by formation of grains or granules.2,5 In the dog, these include either subcutaneous or visceral eumycotic mycetomas' and a single report of disseminated disease.' Additionally, P. boydii can cause subcutaneous my-cetomas in other species, equine nasal granuloma, and bovine abortion. 1.3,8 A 5-year-old castrated male German shepherd had a 3-week history of lethargy, intermittent fever, and left forelimb lameness. There was a large, soft tissue swelling over the medial left elbow and severe bilateral bullous exudative chorioretinitis and right retinal detachment. Radiographically, there was evidence of marked active periosteal proliferation of the left distal humerus and a cranial mediastinal mass that displaced the intrathoracic trachea dorsally.
Aspirates from the bone lesion of the left distal humerus
